SUMMARY A 67 year old woman with a permanent pacemaker was admitted with pulmonary oedema and mitral valve incompetence two months after a myocardial infarction. Echocardiograms showed good left ventricular function and a large coil of apparent thrombus in the right atrium prolapsing into the right ventricle. Intermittent loss of pacemaker sensing and capture was noticed on admission and probably caused the supraventricular tachycardia and ventricular fibrillation that occurred before an exploratory bypass operation. At operation rupture of the papillary muscle was found and the mitral valve was replaced. A large piece of thrombus was retrieved from the right pulmonary artery. The right heart contained no clot and the pacemaker wire was not displaced.
SUMMARY A 67 year old woman with a permanent pacemaker was admitted with pulmonary oedema and mitral valve incompetence two months after a myocardial infarction. Echocardiograms showed good left ventricular function and a large coil of apparent thrombus in the right atrium prolapsing into the right ventricle. Intermittent loss of pacemaker sensing and capture was noticed on admission and probably caused the supraventricular tachycardia and ventricular fibrillation that occurred before an exploratory bypass operation. At operation rupture of the papillary muscle was found and the mitral valve was replaced. A large piece of thrombus was retrieved from the right pulmonary artery. The right heart contained no clot and the pacemaker wire was not displaced.
It is envisaged that the strand of venous thrombus was caught in the permanent pacing wire at the tricuspid valve level resulting in an unusual case of pacemaker malfunction. The eventual poor outcome was almost certainly influenced by the arrhythmias and pulmonary embolism caused by the clot and might have been avoided by early operation.
Thromboembolism associated with endocardial pacing leads has been described in many forms.1 -3 The thrombi usually form in situ, especially around the entry site; they propagate centrally and result in venous obstruction and pulmonary embolism. Serious haemodynamic disturbances, sometimes leading to sudden death, have been described. 4 Subsequent electrical testing of the demand pacemaker showed that it was working normally as was the endocardial lead, which was intact and embedded securely in the apex of the right ventricle. On the basis of our echocardiographic observations we believe that the intermittent pacemaker malfunction, which was clearly related to posture, was due to the pacemaker wire being pulled during systole by the prolapse of the entangled mass (fig2). The pacemaker was suppressed and the patient had no further arrhythmic events before operation. In the postoperative period the pacemaker functioned normally on demand.
The shape and histology of the thrombus suggest that its source was the deep veins. There have been several reports of the detection by echocardiography of entrapment of thrombi in the right atrium and the tricuspid apparatus.7 -10 Attempts may be made to remove the thrombus surgically or to allow the thrombus to resolve after treating the patients with anticoagulants. Brown and Anderson have reported reduction in thrombus size and mobility in a patient treated with heparin followed by oral anticoagulants; however, their patient was too frail for operation." Come reports a patient who continued to have pulmonary emboli despite treatment with both streptokinase and subsequent heparin.'2 In a small series Felner etal showed that despite anticoagulation half their patients eventually required surgery for repeated pulmonary emboli from right atrial thrombi. 3 In one patient, however, resolution occurred without any treatment. In the same paper a review of published reports suggested that immediate removal of thrombus under cardiopulmonary bypass is the treatment of choice. In none of these cases, however, .was the thrombus associated with a pacemaker.
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